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Abstract Objective: To explore the steady-state time of platelet inhibition by clopidogrel and provide a refer-
ence for the pharmacodynamic study of clopidogrel. Methods: Patients with coronary artery disease undergoing
percutaneous coronary intervention(PCI) were recruited after their taking clopidogrel for more than 3 days. Plate-
let aggregation induced by adenosine diphosphate(PL,pp) was measured by light transmission aggregation(LTA).
PL A levels of patients who had taken clopidogrel for different days at the time of detection were compared during
hospitalization and after clopidogrel administration =30 days. Results: A total of 240 patients were enrolled in the
study. The time between detection of platelet aggregation function and initial administration of clopidogrel was 6
(5, 8) and 39(35, 47) days in hospitalization and after discharge, respectively. Patients’ PL,pp levels measured
during the hospital were significantly higher than those measured after clopidogrel administration =30 days[ 36
(25, 46) % vs 29(20, 44) %, P<C0.01]. For the 156 patients who were treated without loading-dose(only a ma-
intenance dose of 75 mg/day) clopidogrel,a similar result was found. i. e. the average in-hospital PLapp level was
significantly higher than that measured after clopidogrel administration =30 days[ 36(25, 46) % vs 28(19, 42) %,
P<C0.01]. However, no significant difference was found for each group of patients in whom the detection time
point exceeded 6 days of clopidogrel treatment(P =>0. 05). In addition, for the 84 patients who were treated with

loading-dose clopidogrel of either 150 mg or 300 mg daily, no significant difference in PLpp level was found com-
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paring the in-hospital levels and that measured after clopidogrel administration =30 days[ (35.99415.38)% vs
(32.611+16.30)%, P>0.05]. There was no significant difference in PLapp for patients who had taken clopi-
dogrel for different days during hospitalization and after clopidogrel administration =30 days(P>>0. 05). Conclu-

sion: The in-hospital residual platelet aggregation would be equivalent to that measured after clopidogrel adminis-

tration =30 days if a patient takes a maintenance-dose clopidogrel for =6 days or loading-plus maintenance-dose

clopidogrel for =3 days. The PL,pp levels that meet the above detection window would be accurately reflect the

long-term pharmacodynamic effect of clopidogrel.

Key words coronary artery disease; clopidogrel; platelet aggregation; pharmacodynamics
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Correlation between cerebral microbleeds and major adverse cardiovascular events

in patients with coronary heart disease undergoing antithrombotic therapy
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Abstract Objective: To investigate the correlation between cerebral microbleeds (CMBs) and major adverse
cardiovascular events(MACE) in patients with coronary heart disease(CHD) undergoing antithrombotic therapy.
Methods: This is a single-center retrospective study. CHD patients taking at least one thrombotic agent who un-
derwent brain MRI from May 2015 to January 2020 were included. The patients were divided into two groups: the
CMBs group and the non-CMBs group. The clinical data and incidence of MACE were compared between the two
groups. The independent predictors of MACE were determined by the Cox regression model and the distribution
and quantity of CMBs were also analyzed. Results: A total of 162 patients were enrolled in this study, CMBs were
identified in 47(29. 0%) patients. The patients with CMBs had lower albumin levels, higher c-reactive protein lev-
els. a higher percentage of taking aspirin and ticagrelor or only anticoagulant(P <C0.05). The rates of ischemic
and hemorrhagic stroke were significantly higher in patients with CMBs than those without(P<C0. 001). A multi-
variate cox regression analysis revealed that the presence of CMBs was independently correlated with the occur-
rence of MACE after adjusting for major confounding factors (hazard ratio 4.01, 95% CI: 1.67~9.62, P =

0.002). Increasing CMBs burden category was associated with the risk of ischemic and hemorrhagic stroke. Con-
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